tently a means of passive retreat from conflict. Earle (4) has described a 19-year-old female patient with the Kleine-Levin Syndrome who was successfully treated by him with psychotherapy.
It is quite possible that this interesting syndrome lies at the borderline between neurology and psychiatry, and therefore warrants further study. The following is a case clinically suggestive of having hypothalamic disturbances, consisting of fluctuating drowsiness, over-eating and obesity.
The Case
An obese 50-year-old female was admitted 'informally' to hospital because she felt tense, tremulous and depressed, and had an intense desire to sleep. She retired to bed as soon as she arrived in the ward and it was almost impossible to awaken her for about 12 hours.
There was nothing relevant in her family history, and her personal history, from the psychiatric point of view, was uneventful prior to her first admission about a year and a half earlier. Her childhood and adolescence were described as happy and uneventful. She had an average schooling with a good work record, and was happily married with good interpersonal relations between her husband, herself and her two children until the onset of her illness.
She had been admitted to the same Psychiatric Unit on four previous occasions within the preceding 19 months. On her first admission (for two months) she was very disturbed and had lost all interest in her appearance. She was described as abusive, uninhibited in her behaviour, extremely aggressive, and with a tendency to lapse Vol. 21, No.5 into a very deep sleep for several hours during which it was most difficult to rouse her. If an arousal was attempted she would get very irritable and physically aggressive towards those around her. Upon emerging from natural sleep, lasting half-a-day or more (without being awakened by an alarm clock or some person), she would display confusion, irritability and aggression, at times expressing vague paranoid ideation.
Apart from being overweight, her physical health was good and routine physical investigations were normal. Her surgical history revealed that ten years previously she had had a hysterectomy for carcinoma of the cervix of the uterus. The possibility of cerebral metastasis to account for her disturbed behaviour was considered. Clinical neurological examination failed to reveal any abnormality and special investigations, including X-ray of the skull, EEG and brain scan, did not confirm the presence of a spaceoccupying lesion (although the possibility was not completely ruled out). A partial remission of her symptoms enabled her to return home.
She was readmitted within one month of her discharge -this time expressing paranoid ideas. She was again showing a tendency to somnolence for prolonged periods at any time of the day or night and would get aggressive if aroused.
Her third admission was for a period of six months. This time she was hospitalized under Section 29 of the Mental Health Act (1959) U.K., as she had assaulted the manageress of a cake shop where she was working as an assistant. On admission she was confused, disorientated, and again desirous of going off to sleep immediately. Her behaviour in hospital on this occasion was similar to that which she displayed on previous admissions. In addition to her hypersomnia, she was sometimes aggressive and assaulted the nursing staff if her demands were not met immediately, especially her requests for food and drink. In this context she displayed compulsive behaviour. Eventually her symptoms remitted sufficiently for her to return home, although her husband expressed a fear that he would not be able to manage her as he was frightened that she would assault him.
Within one month of discharge, she was readmitted for the last time, in a restless, confused state, speaking 'in monosyllables and with episodes of drowsiness from which she could not be easily aroused. Although her appetite was not voracious, there was again an element of compulsion in her eating habits as she demanded immediate satisfaction of her appetite when hungry and she had gradually gained weight to the point where she was very obese.
Complete neurological investigation was again carried out in the neurological unit of a local general hospital. No evidence of a spaceoccupying lesion could be found. Air encephalogram revealed moderate ventricular enlargement with air over the surface of the frontal lobe, suggestive of cerebral atrophy. (However this could not be subsequently confirmed on post mortem exarnination.) Full systemic physical examination revealed no abnormality. Repeat chest and skull X-rays were normal. Blood chemistry was within normal limits and C.S.F. showed no abnormality. The brain scan was also normal. A battery of psychological tests was applied, and as a result it was suggested that she had suffered from an organic pathology, with particular impairment in verbal abilities.
During the two-year period she was under psychiatric treatment she received various therapies, including tranquillizers, antidepressants and a course of electroplexy, but without much relief.
She finally lapsed into a coma and died. The presumptive cause of death was given as cerebral tumour.
Discussion
The periodic episodes of deep sleep with indirect evidence in ingestion of large quantities of food, often in a compulsive way, leading to obesity and associated abnormal mental symptoms, classify this case to be in the category of the "Kleine-Levin Syndrome" .
Although the etiological factors are not yet known, Critchley (2) considered that the syndrome was likely to be organically determined. He argued that the patients with this syndrome seemed to have reasonably stable and well-adjusted premorbid personality. The absence of demonstrable psychopathology and failure to psychotherapeutic approach led Gallinek (5) to believe that it was not a psychogenic disorder. He favoured hypothalamic disturbance. Pai, quoted by Earle (4), has suggested that the syndrome was a manifestation of hysterical disorder.
Although psychogenic hypersomnia has been described by Goldstein and Giffin (6) , most of their cases do not qualify to be classified as the Kleine-Levin Syndrome, because they did not exhibit morbid hunger. Earle (4) opined that the syndrome should be considered as a "true psychosomatic disorder" which manifests itself when some unknown, but possible hypothalamic, dysfunction occurs in a patient with psychopathology in oral or sexual spheres. Bonkalo (I) described three cases of hypersomnia with excessive hunger which he believed had mixed etiology, and a possible diencephalic dysfunction but, at the same time, he found disturbed personality make-up in these cases -all had domineering mothers, towards whom they harboured deep-seated hostility. They exhibited ambivalence in their relationship, due to high dependency needs but at the same time they had difficulties in satisfying these needs.
Jeffries and Lefebvre (7) described an interesting correlation between the Kleine-Levin Syndrome which they believe "originated or at least mediated in the hypothalamus", and a release of affective disorder indistinguishable from manicdepressive psychosis. They reported a 16year-old girl with episodes of periodic hypersomnia with megaphagia associated with organic confusional state alternating with periods of hyperactivity, insomnia, euphoria, and sexual provocativeness. This association of affective changes with the Kleine-Levin Syndrome led them to suggest that manic-depressive psychosis should be considered as a possible disease of the diencephalon.
We subscribe to the views of Critchley (2) and Gallinek (5) . The Kleine-Levin Syndrome probably is an organic disorder. Our patient had a reasonably stable, healthy and well-adjusted personality without any evidence of hysterical features prior to her first admission to a psychiatric hospital.
Our clinical investigations and psychological tests indicated a probable organic pathology though it was not possible to specify the exact nature of the organicity. The presumptive cause of death, namely cerebral tumour, could not be confirmed on neuropathological examination as no tumour was detected on macroscopic or microscopic examinations of the brain. However, sub-sequent histopathological studies following her demise indicated a lesion in the region of the hypothalamus.
Neuropathological examination of the brain showed no clear-cut, naked-eye abnormality of the fixed brain which weighed 1,417 gr. However the third ventricle was wider than usual, measuring up to 7 mm across in coronal section. In both hemispheres, but more on the left than the right, there was some suspicious brownish discolouration of the amygdaloid nuclei and of the adjacent medial temporal cortex, including the hippocampus.
Histologically, the small vessels in the hypothalamus (Fig. 1) , in the amygdaloid nuclei and in the anteromedial grey matter of the temporal lobes showed a considerable degree of lymphocytic cuffing. There was also a slight patchy neuronal loss in these areas and some proliferation of astrocytes and of microglia. Elsewhere in the brain these abnormalities were minimal or absent. The findings resemble those of a mild localized encephalitis and they have been described, particularly in the areas of the brain mentioned above, as one of the rarer remote effects of malignant disease.
Despite the past history of carcinoma of the cervix ten years before this patient's death, the clinical picture presented during her admission was typical of that seen in the Kleine-Levin Syndrome and the associated mental symptoms presented were those of an organic confusional state. The neuropathological findings indicated an organic etiology to account for this syndrome and that the lesion was in the region of the hypothalamus.
More clinical and neuropathological studies are essential in order to thoroughly understand this syndrome. With the expanding knowledge of the limbic and reticular systems and their functions, greater understanding of the etiology and pathology of the Kleine-Levin Syndrome may be at hand.
Summary
A female patient suffering from Kleine-Levin Syndrome is described. The clinical picture of hypersomnia with compulsive eating, leading to obesity, coupled with a Yol. 21, No.5 marked change in personality make-up (characterized by episodes of confusion, perplexity, disorientation, tension, irritability and depression, in addition to violent outbursts of aggression when her demands were not instantly met) led to the conclusion that the symptom complex presenting had an organic etiology and was akin to that described in the Kleine-Levin Syndrome. The neuropathological findings are reported.
